Acute transverse myelitis (A TM) rarely involves the cervical spinal cord. We report on two patients with ATM and cervical cord involvement. Magnetic resonance imaging (MRI) revealed high intensity signals in T2 extending far beyond the sensory level in both patients. Motor evoked potential (MEP) was unrecordable in all but one limb, and there it was marginally prolonged. Tibial somatosensory evoked potential (SEP) was unrecordable while median SEP was normal in both patients. Both MEP and SEP correlated with their respective clinical deficits but MEP seemed to correlate better with the MRI changes.
A 40 year old male had an acute onset of lower limb weakness, which reached its peak on the third day. He also noticed retention of urine and hiccups. His symptoms remained static from the fourth day onwards. There was no history of neurological illness, tuberculosis, dia betes, collagen disease or STD, but he had fever 10 days prior to the present illness. The patient had a flaccid paraplegia of grade 0, in a 0- Motor evoked potential (MEP). To stimulate the motor cortex, cervical and lumbar spine a Digitimer D180 (Digiti mer Ltd, UK) stimulator delivering a single electrode shock up to 750 V with a time constant of 50-100 {IS was used. The stimulating electrode was a 1 cm diameter saline soaked felt pad mounted on a plastic handle. To activate abductor digiti minimi (ADM) the cathode was placed at the vertex and anode 7 cm laterally and 1 cm anterior to a line drawn from vertex to tragus. To activate the tibialis anterior (T A) the anode was kept at the vertex and cathode 7 cm posterior to it. For cervical and lumbar stimulation the cathode was placed below the spinous processes of C7 and T12 respectively, with the anode proximal to the cathode. Motor evoked potentials (MEPs) were recorded by a surface electrode placed on the ADM or TA in a belly tendon mountage. During cortical stimulation the patient was asked to contract the target muscle slightly (10% of maximum force) whereas during spinal stimulation the patient was asked to relax. EMG signals were filtered through 20 KHz-2 KHz, at a gain of 0.5-2 m V /division. Stimulus intensity was 90-100% for cortical and 50-60% of maximum output for spinal stimuia tion. Onset latency and amplitude of the nega tive phase of the MEP was recorded. Central motor conduction time (CMCT) was calculated for the upper limb (CMCT-ADM) by subtract ing the latency on C7 stimulation from that on cortical stimulation, and that for the lower limb (CMCT-TA) by subtracting the latency on Ll stimulation from that on vertex stimulation.6
Somatosensory evoked potential (SEP). Me dian and tibial SEPs were recorded by stimulat ing the median nerve at the wrist and the tibial nerve at the ankle by 0.1 ms square wave pulse at 3 Hz, sufficient to produce a painless twitch. The recordings were made from contralateral parietal cortex and ipsilateral Erb's point re ferred to Fz for median SEP, while Cz referred to Fz and L1 referred to L3 for tibial SEP. Five hundred and twelve responses were twice aver aged at a gain of 2 {l V/division, sweeptime 100 ms, filter setting 2-3000 Hz. Central sen sory conduction time (CSCT) for median SEP was calculated by the difference between the latencies of Erb's point and N20 potentials. Central sensory conduction time for the tibial nerve was calculated as the difference between cortical potential P40 and lumbar potential,7
Cortex R ADM ree L The evoked potential results were compared with our laboratory controls which were derived from 32 healthy adult volunteers. The upper C 7 limit was defined by mean ± 2.5 SD. The mean ± SD and the cut off points in controls 4mv � ,ao!, � TA ree Cortex are shown in Table I . The results of the evoked potential studies in the patients are summarised in Table I . Motor pathways to the lower limbs were inexcitable and tibial SEPs were also unrecordable in both the patients. Motor path ways to the upper limbs were inexcitable in both the patients except in the left side of Ll patient no. 1, in whom CMCT-ADM was mar-,-___ -=20ms ginally prolonged (Fig 2) . Median SEPs were normal in both the patients. Repeat MEP and SEP study after 1 month did not reveal any change.
Discussion
The usual manifestation of ATM is para 
